and in severe cases involvement of the upper limbs. Muscle tone of the limbs gradually increase and spasticity might later appear in the lower limbs. Initially, the electrophysiological changes include reduced amplitude of the compound muscle potential, increased distal latencies, and normal or slightly reduced nerve conduction velocities. The progression of the disease, usually over a few days, may lead to nonexcitability of the nerve with electromyographical signs of denervation. The prognosis for functional recovery is variable and depends on the degree of central nervous system involvement. Neuropathy target esterase (NTE) is thought to be the target of OPIDP initiation. The development of OPIDP requires, in most cases, "aging" of the inhibited NTE enzyme. [7] The exact mechanism by which aged inhibited NTE causes OPIDP is unclear. It is proposed that negatively charged phosphoryl residue at NTE induces a toxic gain of function in NTE since it engenders a "chemical transection of the axon." This leads to calcium entry, elevation of axonal calpain activity, and Wallerian-type degeneration. Toxic (OP) induced polyneuropathy should be kept in differential diagnosis of acute lower limb weakness, especially acute motor axonal neuropathy variant of Guillain-Barré syndrome. Detailed clinical/epidemiological history and subtle signs of pyramidal dysfunction help to make the diagnosis.
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There are no conflicts of interest. [1] Organophosphate-induced delayed polyneuropathy (OPIDP) is a relatively rare entity, caused by OP esters and usually presents after about one to 4 weeks of exposure. [2] It is caused by axonal degeneration of sensory and motor fibers in the peripheral nerves and tracts of the spinal cord. We report 8 cases of OP-induced peripheral neuropathy in Western India from August 2015 to March 2016. The mean age of patients was 34.5 years with range of 14-65. Five out of eight patients were male. The duration of illness before presentation ranged from 15 days to 2 months. The most common presentation was bilateral cramping calf pain, followed by foot drop, without bowel bladder/ cranial nerve involvement. Two patients had upper limb sensory complaints, and one patient had bilateral wrist weakness. Three patients had hyperreflexia with increased tone. Routine laboratory tests, including hemogram, renal function, liver function, creatine phosphokinase, thyroid profile, and electrolytes, were normal. Spinal fluid tap did not reveal any abnormality. Nerve conduction studies showed pure motor, symmetrical, axonal neuropathy. Red blood cell and serum cholinesterase were low in all the cases. On reviewing history, most of the patients had history of use of castor oil for grain storage. OPIDP may be because of adulterated/ contaminated castor oil in these patients. Several outbreaks of OPIDP have been reported throughout the world. [3] By the end of the 20 th century, there were many cases of OPIDP due to triorthocresyl phosphate (TOCP) poisoning in Italy, Romania, Sri Lanka, [3] Yugoslavia, and China. [4] Delayed OP neurotoxicity, especially in relation to TOCP, has been reported following outbreaks in Mumbai where 58 patients were affected. After that, four outbreaks have been reported from Bengal. [5] Patients usually present with cramping muscle pain in the calves with distal numbness and paresthesiae. [6] It is followed by progressive weakness and depression of deep tendon reflexes in the lower limbs
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This is an open access article distributed under the terms of the Creative Commons Attribution-NonCommercial-ShareAlike 3.0 License, which allows others to remix, tweak, and build upon the work non-commercially, as long as the author is credited and the new creations are licensed under the identical terms. Another gap in epilepsy care Sir, Shivpuri is a medium-sized town in Madhya Pradesh, the largest state in India, the second most populous country in the world. Things are tough for the inhabitants of Madhya Pradesh. They are mostly farmers and there has been a drought for a couple of years. Living off the land has become difficult. Last month, the Lifeline Express rolled into town. The Lifeline Express is a "hospital train" run by the Impact India Foundation, a charity based in Mumbai. It is parked in one place for 3 weeks during which specialist doctors come and do free clinics and day surgery for local people with a variety of medical conditions. Epilepsy is one of these, and I have been privileged to be able to help my dedicated Indian colleagues at some of these clinics over the last few years. The train has no investigations, so diagnosis is clinical. The first-line and some second-line anticonvulsant drugs are available, and people can be prescribed about 2 weeks supply free of charge. Hence, last month, I was at Shivpuri on the Lifeline Express for the epilepsy clinic. My translator was a young local doctor who not only presented the seizure history but also gave me insights into how the seizures were affecting the lives of the patient and their family physically, emotionally, and economically. This is what happened.
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With my translator, we saw forty people with active epilepsy defined as seizures within the last year, tonic-clonic in all but one. Sixteen of them were untreated. Hence, the treatment gap was 40%. This sounds much better than saying that almost half were not on any treatment for a disease that is eminently treatable. Hence, this is the first gap in epilepsy care in many countries. It is well-known, well-described, and almost completely ignored. The vast majority of the neurology and epilepsy community are busy doing other things. This letter is about the 24 people who were on treatment. Their median number of seizures in the last 3 months was five compared to eight in the untreated group. What was the most commonly prescribed anticonvulsant? You will be surprised. It was not carbamazepine or valproate or phenytoin. It was not even phenobarbitone. It was clobazam [ Table 1 ].
This is a shock. Clobazam gets little mention as an add-on therapy for epilepsy in any established national guidelines on epilepsy management, whether in India [1] (GEMIND) or in the UK [2] (Scottish Intercollegiate Guidelines Network). It is generally regarded as a niche drug for children with "boutique" epilepsies often with myoclonus (though neither of the two patients with myoclonic seizures we saw was taking it). In the patients, we saw clobazam was always prescribed together with a below-maximum dose of a first-line anticonvulsant, most commonly oxcarbazepine.
